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one-third black patients included in the group, and initial mean blood pressure levels clearly demonstrated mild hypertension. A synopsis of the contrasting results of these two reports and other recent controlled studies are shown in Table I during periods of low Na intake, but the blood pressures in the latter study returned almost to the pre-study level when sodium chloride was added, whereas the pressures were the same during both the low and high Na intake periods in the study by Watt et al. (1983) .
Therefore, despite very careful control in both studies, contrasting results were found. The explanations for this may well include the differences in study design.
The short run-in period used by Watt et al. (1983) may mean that the equal falls seen in both groups just reflects the non-specific reductions commonly seen over the first 4-8 weeks of repeated measurements. Furthermore, the initial blood pressure recordings of Watt et al. (1983) were within the normal range, thereby decreasing the likelihood of a response to any form of anti-hypertensive therapy.
Another recent study by Richards et al. (1984) included random allocation of twelve hypertensive patients to a period of normal Na intake (180 mmol/d) or Na restriction (80 mmol/d). Intra-arterial blood pressures were monitored in addition to outpatient recordings. Seven of the twelve patients had some fall of blood pressure on the Na-restricted diet, but the fall in all twelve patients was not significant. These results may reflect a problem with the design of the study with regard to the order of diets given as well as the small number of subjects studied. These results would also seem to confirm the most important observation of others, that there is a 'variable' degree of response to Na restriction (Longworth et 
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T h e diet group reduced its total daily number of anti-hypertensive drugs from 163
to 75 (control, 146 to 140).
?Study performed on non-insulin-dependent diabetic subjects with hypertension.
lowering fat intake which in themselves may well have played a role in the hypotensive effect. More attention and time in terms of dietary councelling was also spent with the diet-treated group. A recent study (Dodson et al. 1984) has also highlighted the theory that mild hypertension associated with diabetes may be Na sensitive. Fifty hypertensive non-insulin-dependent diabetic subjects were allocated to either a 3 month treatment period incorporating Na restriction (n 25) or to a control period (n 25). Significant reductions, particularly of diastolic blood pressure were noted but, like that of the study by Beard et al. (1982) , multiple nutritional modifications were made. Despite this, multiple regression analysis demonstrated a significant relation between the reduction of urinary Na:K value and falls in both systolic and diastolic blood pressure, suggesting that the change in Na intake may have k n , in part, responsible for the blood pressure drop. It is also of interest to note that the reduction in blood pressure by this sort of dietary regimen appears comparable to that observed with conventional anti-hypertensive drug therapy (Pacy et al.
Another way in which Na restriction might be beneficial is the potentiation of anti-hypertensive drug therapy. Again results are conflicting. Parijs et al. (1973) demonstrated a significant decrease of blood pressure on all occasions when a thiazide diuretic was given in combination with sodium restriction, but Van Brummelen et al. (1978) demonstrated no such effect. However, a recent well-controlled randomized double-blind trial of Na restriction in combination with either a 0-blocking agent or a diuretic has reopened this question (Erwteman et al. 1984) . For example, although the reduction in blood pressure in patients on a combination of hydrochlorothiazide with Na restriction was not different from the effect of just hydrochlorothiazide alone, this was not the case for a cardioselective P-blocking agent. Metoprolol in combination with Na restriction produced a fall in blood pressure of approximately 28.5/17 mm Hg compared with 21.3/12-9 mm Hg for the drug alone. The potentiating effect may also become more important with the advent of newer anti-hypertensive drugs, in particular the angiotension-converting enzyme inhibitor group (Captopril and Enalapril) with which increased Na loss is well known to augment the hypotensive effect (Lant et al. 1984 ).
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Palatability and compliance in the long term
Even if Na restriction is beneficial in mild hypertension, the importance of palatability and long-term compliance needs to be investigated. Little information is available on this aspect but it does appear that the taste preference for Na diminishes after 3 months of Na restriction, 90 that such a diet should become more acceptable with time (Beauchamp et al. 1983 ). This is supported by the observation in the studies of Beard et al. (1982) and Dodson et al. (1984) in which approximately two-thirds of patients were willing to continue on a Na restricted diet for the long term.
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Salt, a risk factor in hypertension 27' in two recent reports (Dodson et al. 1985a,b) . A group of nineteen patients with essential hypertension were followed up after 4 years on a dietary regimen which included Na restriction. The results were surprising. A 40% reduction in anti-hypertensive drug therapy with a significant reduction in blood pressure was observed and dietary history analysis demonstrated good compliance with the diet. However, these observations were made in 50% of the patients who had originally started the regimen 4 years previously. The second report is of a I year follow-up of a group of fifty diabetic hypertensive subjects treated with a similar regimen. Again a similar reduction in blood pressure was recorded in approximately 60% of patients.
These preliminary results are therefore encouraging but considerable research is required in this area to assess the feasibility of such a dietary approach for mild hypertension in the community.
Conclusion
The majority of studies in hypertensive subjects would support the findings that moderate Na restriction alone has a hypotensive effect in a fair proportion of hypertensive patients and that it may augment the effects of anti-hypertensive drug therapy. Preliminary results on the long-term effects are encouraging. There also appears to be no apparent potential for harm from moderate Na restriction (Kaplan, 1985 ) to a level of around 100 mmol/d, achieved by deleting very high Na-containing foods from the diet and by not adding salt to food during cooking or at the table.
